Natural history of asthma Childhood asthma has long been thought ofas a single, easily recognisable disease characterised by reversible (spontaneous or by treatment) airflow limitation.2 However, recent findings of an American population-based epidemiological survey have challenged this concept.
Martinez et al' studied the natural history of wheezing in children aged 0-6 years and found that approximately half of the children experienced wheezing illness at some time during the study period. In some of them wheezing occurred early in life but resolved by the age of three years (transient early wheezing), some experienced wheezing illness between the ages of three and six years (late onset wheezing), and others had wheezing illness throughout the entire study period (persistent wheezing).
Different risk factors were associated with these outcomes. The children with transient early wheezing had reduced pulmonary function, as measured by functional residual capacity (VmaxFRC) shortly after birth and before any lower respiratory tract illness had occurred. The risk of transient early wheezing was also increased in the children of mothers who smoked during pregnancy; these children living in different climatic areas of Australia. Each study region was characterised by different exposure levels to house dust mites and moulds. The association between sensitivity to specific allergens, bronchial hyperresponsiveness, and asthma differed in each region and was strongest for the most prevalent allergen in each study area. These results indicate that the level of allergen exposure may determine the type of sensitivity in a given population. To what extent and mechanism genes controlling the regulation of total and specific IgE production transfer the susceptibility for asthma remains to be elucidated.'516 Moreover, a specific hereditary factor not related to atopy or bronchial hyperresponsiveness may also determine the expression of asthma in children. ' The reduction in asthma symptoms and bronchial hyperresponsiveness in adolescence is not well understood.
Summary
The reduction in asthma symptoms and bronchial hyperresponsiveness in adolescence is not well understood. Nor can the differences in asthma prevalence and severity between the sexes, which reverse at puberty, be explained. It has been suggested that the improvement in asthma during adolescence may result from diminished clinical and immunological responsiveness directly related to hormonal changes57 and that the effect of age on the prevalence of asthma in each sex may relate to differences in hormonal status, potentially influencing airway size, inflammation, and smooth muscle and vascular functions.58 However, few comprehensive studies are available. In summary, all wheezing is not asthma. Non-asthmatic wheezing illnesses may in part be attributable to anatomical abnormalities of the lung (transient early wheezing, premature birth). Little is known about the genetic and environmental determinants of childhood asthma, and factors related to the development of atopic sensitisation, such as exposure to allergens, infectious diseases, or tobacco smoke early in life, and dietary habits may be important, whereas the relevance of air pollution remains to be established. Unfortunately, we still do not know how to prevent the manifestation of childhood asthma.
